Introduction 62
In the year of 1967, the illness named Kawasaki disease(KD) was detected by Dr. Kawasaki.(1) 63
Manifesting as acute rash, fever and vasculitis, belonging to autoimmune syndrome, Kawasaki 64 disease(KD) which trigger acquired heart disease at most in non-developing countries is prone to 65 occur in infants and young children.
(2) In recent years, 18. 4% suffers are subjected to coronary 66 artery disease and 20-25% untreated sick children suffered from coronary artery dilatation. The 67 phenomenon above-mentioned could give rise to myocardial ischemia, and some of them develop 68 into coronary aneurysm which perhaps rupture, even gigantic coronary aneurysms.(3, 4) KD can 69 occur at any age including adults and neonate.(5-7) In patients with KD, complications of 70 coronary artery disease which Initial corticosteroid therapy can prevent are related to the duration 71 of disease before treatment.(8) The incidence of KD in most international areas such as Korea 72 have been increasing slowly year by year, with a sex ratio of 1.4 to 1.7.(9-11) 73 74
The cause of KD is not totally clear and definite so far, and the exploration for the pathogen also 75 has been upset.(12) According to the epidemiology and pathogenesis, the majority of human 76 approve of the standpoint that the vasculitis of this illness is caused by the unsuitable immune 77 reaction in individuals with hereditary susceptibility encountering one or more infectious 78 irritants. (12, 13) In the culture of endothelial cells, somebody found that KLF4-miR-483 axis 79 could be restrained by Kawasaki disease serum to speed up the development of 80
Endothelial-to-Mesenchymal Transition(EndMT) which can injure vessel in KD patients.(14) 81
Damage of endothelial cell homeostasis might concern the unusual circumstance of coronary 82 artery in KD.(15) In a network analysis regarding protein interaction, the close contact between 83 these genes concerning KD was verified to tell the pathogenesis of KD.(16) Several genes in the 84 hypermethylated region were studied by Chen, and the correlation between the hypermethylated 85
CpG locus and the pathogenesis of KD was mentioned for the first time. (17) These are some of 86 the mechanisms of KD above.
88
Non-coding miRNAs, of which length are ~22 or so nucleotides, are produced by substances in 89 the nucleus and cytoplasm and affect the course of genetics expression.(18) miRNA having a 90 connection with plenty of mechanism and disease, include inflammatory response, severe asthma, 91 diabetes mellitus, congenital heart disease, coronary artery disease(CHD). (19-23) Colorectal 92 carcinoma whose potential biomarker might be miR-423 rs6505162 has been studied by Jia, W.(24) 93
Jha, Chandan K detected that The gene mutation in microRNA-423 was in connection with 94 enhancive susceptibility to CHD.(25)The miRNA-423 rs6505162 having a certain relationship 95 with CHD in prognosis, as studied in this article, is associated with HDL.(26) However, the 96 connection of the miRNA-423 rs6505162 C>A polymorphism with KD susceptibility has not been 97 
Statistical analysis in subgroups 126
In the group of the controls, genotype distributions that ought to be in line with the 127
Hardy-Weinberg equilibrium were checked by a goodness-of-fit χ 2 test. The diversity of selective 128 variables were tested by utilizing two-sidedχ 2 test as well as frequency distributions of the 129 genotype. By means of univariate logistic regression, the relationship between the miRNA-423 130 rs6505162 C>A polymorphism and the susceptibility of KD was described by odds ratios(ORs) 131 and 95% confidence intervals (CIs). The adjustment of multivariate analysis was calculated 132 through gender and age. Connections between susceptibility of KD and the genotypes were deeply 133 assessed by stratification, when data were divided into subgroups about age, gender, coronary 153 In the groups of KD children and controls, to probe the association between miRNA-423 rs6505162 C>A polymorphism and KD susceptibility, we analyzed the genotype frequency 155 distributions. As illustrated in Table 2 , the controls satisfied the elements for Hardy-Weinberg 156 equilibrium (P=0.791). The genotype frequency distributions of the miRNA-423 rs6505162 C>A 157 polymorphisms were 61.06% (CC), 34.97% (CA) and 3.97% (AA) in the KD group and 66.13% 158 (CC), 30.50% (CA) and 3.37% (AA)in the controls. We observing the data from the rs6505162 159 C>A polymorphism and KD susceptibility, no significant connections was detected. closely related to KD ,we explored the connection between rs6505162 C>A polymorphism and 164 KD susceptibility in a deeper level. In Table 3 , there are two significant numbers we found. We 165 noticed that the CA/AA genotypes of rs6505162 decreased the occurrence of CAA. ( 
Discussion

171
The nexus between KD susceptibility and the miRNA-423 rs6505162 C>A polymorphism in our 172 case-control investigation was further probed. No relevant association between the rs6505162 173 C>A polymorphism and KD susceptibility was noticed in the sick (Table 2) . Using the subgroup 174 analysis, we pointed out that the miRNA-423 rs6505162 CA/AA genotypes is one of protective 175 factors of CAA and CAL in KD patients (Table 3 ). These can serve as a basis for studying other 176 relevant matters. Nevertheless, no conclusion that CAA and CAL in KD patients might have 177 certain connection with age and gender has been analyzed in our subgroup research. More samples 178 from KD patients with various age groups ought to be gathered to verify this discovery. 179 180 miRNA-423 rs6505162 polymorphisms in KD children is first referred in this study. According to 181 many reports, miRNA-423 is closely related to heart failure and can also be used as a 182 
